Abstract. There is evidence that hyperketonemia in insulin-dependent diabetes may be aggravated by a decreased disposal rate for ketone bodies. To test the hypothesis that this decrease may be induced by concomitant hyperglycemia through substrate competition at the acetyl-CoA level, 5 young insulin-dependent diabetic subjects received at 2-h iv infusion of 0.9 mmol 3-hydroxybutyrate \ m=. \ kg\m=-\1 \ m= . \ h\m=-\1 at clamped 1. euglycemia ( 
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In summary, we find no evidence for any inhi¬ bition of ketone body disposal by hyperglycemiainduced increases in glucose fluxes and suggest that alternative mechanisms behind the reported impairment of ketone body clearance in ketotic in¬ sulin-dependent diabetic patients should be sought.
